of cerebral synaptic membranes with arachidonic acid (10 nM-1 tiM) at 37°C for 40 min caused a significant increase in [3H]clonidine binding but pretreatment at 4°C did not. Scatchard analysis showed that 100 nM arachidonic acid pretreatment resulted in a significant elevation of the Bmax value of the low affinity site. PGD2, PGE2 and PGF2a (10-100 tiM) pretreatment also en hanced binding.
Abstract-Pretreatment
of cerebral synaptic membranes with arachidonic acid (10 nM-1 tiM) at 37°C for 40 min caused a significant increase in [3H]clonidine binding but pretreatment at 4°C did not. Scatchard analysis showed that 100 nM arachidonic acid pretreatment resulted in a significant elevation of the Bmax value of the low affinity site. PGD2, PGE2 and PGF2a (10-100 tiM) pretreatment also en hanced binding.
These polyunsaturated fatty acids could be involved in regulation of the a2-adrenoceptor binding in rat cerebral cortical membranes. g) were used. Rats were decapitated and the cerebral cortex was dissected over ice. Crude synaptic membranes were prepared from the cortical slices (7) and suspended in 50 mM Tris-HCI buffer (pH 7.7). The suspended membranes were treated with various con centrations of arachidonic acid for 40 min at either 37'C or 4'C. Before membranes were treated with PGD2, PGE2 and PGF2a, they were prepared in the presence of 50 ,riM indomethacin (an inhibitor of cyclooxy genase) to prevent postmortem formation of prostaglandins (8), and then were incubated in the presence of indomethacin at 37°C for 40 min in 50 mM Tris-HCI buffer (pH 7.7) with various concentrations of PGD2, PGE2 and PGF2a. Following incubation, the treated membranes were washed three times with ice-cold 50 mM Tris-HCI buffer (pH 7.7) and then suspended in 50 mM Tris-HCI buffer (pH 7.7).
[3H]Clonidine binding experiments were carried out as previously reported (7) . For Scatchard analysis, the binding assay was performed in a concen tration range of 0. Pre incubation of the membranes with 100 nM arachidonic acid at 4°C for 40 min had no effect on binding (Fig. 1A) . Equilibrium binding of [3H]clonidine yielded upwardly curvilinear Scatchard plots which were more successfully analyzed using a model for two affinity states than a model for a single site (Fig. 2) . Pretreatment with 100 nM arachidonic acid caused a significant increase in the Bmax value of low affinity states for [3H]clonidine binding (Fig. 2) . As shown in Fig. 1 In addition, Scatchard analysis exhibited that pretreatment with arachidonic acid causes an increase in the Bma,X of low affinity, but not of high affinity binding sites (Fig. 2) . The effects of arachidonic acid on membrane fluidity seem to underlie the increase in the Bma,; of low affinity sites for a2-agonist binding (2) 
